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The pathogenic mechanism of HTLV-1 |eukemogenesis via novel binding
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We examined functional roles of USP10 and its binding partner G3BP1. We found that
G3BP1 elevates the steady-state ROS level by inhibiting the antioxidant activity of
USP10. However, following exposure to arsenic, G3BP1 and USP10 induce the
formation of stress granules, which uncovers the antioxidant activity of USP10. We
also found that the antioxidant activity of USP10 requires the protein kinase activity

of ATM.
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